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HE . B THEABEAEE (TL) sHRAEREM (DSS) HFxmELEmE (UC) NRMHF K,
WEAERTG IR BIFAEF —a (TNF-a ) itkiAME, ik AH DSSEH UC MR HER, 5H
TO TR, AR KA lfj-—l’:ﬁf—éﬂ WEAANA, EFSEvRs, UATL 1, 2. 34, 23 T3 HHF
0 TL, AR E DIk, WERNET, WEDRERFTHIBH, EHARFIFS . EHREFITH, &0
TNF- o EfmFfeb3fmEHaR P RA T, R TLA, E LKA, i@‘ﬁ‘%éﬂd*»dﬁ%kf«lk&
2, TNF-a &K TFifl, TL2, 3ARERMA, £k yi 5 AR ERE, A BALER, £25A4%
HFEL (P<0.05), & TL UC HEFER, ThZididdph TNF-o S AKLHEER, /7 TL T
B — AP A #8958 57 UC W5k,

KEE . RHBEEWME ;MBI RF —a ; FABEAEE ;BT M FER

FESES ¢ R574.62 XHRFRIRES ¢ A

Effect of inhibition of TNF-a expression by triptolide on
experimental ulcerative colitis in mice*

Hai-feng Zhang', Bin Zhang', Guo-xiong Zhou', Wei-chang Chen’
(1. Affiliated Hospital of Nantong University, Nantong, Jiangsu 226001, China; 2. The First Affiliated
Hospital of Soochow University, Suzhou, Jiangsu 215006, China)

Abstract: Objective To investigate the effect of triptolide (TL) on ulcerative colitis (UC) and explore the
potential association between therapeutic effect of TL and TNF-a expression using dextran sulfate sodium salt (DSS)
mouse model. Methods The DSS mouse model was established to simulate human UC. Eighty BALB/c female
mice were randomly allocated into eight groups with equal number. Group A was blank control group, the mice in
group B received normal saline injection, the mice in group C received propylene glycol injection, the mice in group
D was injected with Dexamethasone, the mice in group E was fed with water-dissolved Mesalazine through stomach
tube at a daily dose of 20-30 mg/kg, and the mice in groups F, G and H were administered with different doses of TL
(TL1, TL2 and TL3). Information regarding mice activity, diet and stool property was recorded daily. The mice were
sacrificed on day 8, and disease activity index, colon tissue histological score, and colon pathological score were
calculated. The serum level of TNF-o was tested by ELISA, and TNF-a expressions in the colonic mucosa specimens

were examined by fluorescence quantitative PCR at gene level and by Western blot at protein level. Results In the
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TL (TL2 and TL3), Mesalazine and Dexamethasone-treated mice, the symptoms of colitis were relieved, TNF-a

expression was significantly decreased compared with the normal saline and propylene glycol injection groups

(P < 0.05). Conclusions TNF-a expression is upregulated in UC mouse model and involved in the development

and progression of UC. TL can inhibit TNF-a expression, suggesting that TL may be a novel therapeutic drug for the

treatment of UC.
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HEP ’JE.? ﬂ: % ? - (tumor necrosis factor— o ,
TNF-a ) ZBGIES R (ulcerative colitis, UC) F
BERAF. WFFERM, TNF-« 7€ UC I3 . R
ZUP R R T " A BEABRES (Triptolide,
TL) JE 2GR AT B R iR &, BAT
POR . RPEVE AR ™ ARSEER R T TLRYT UC /)
B, WESRY T RTR /DRI TS AL, AR TL S5
MIHE, 2E—2 W TL 2N UC AT, DLRGER
S TNF- o« (RIAAH %,

1 #R5EEE

1.1 ##l

VEFE 4 ~ 6 i SPF i BALB/c /NER 80 K,
ENEaRliipNE o B 7/ ds S iy N S B e N eI M
HL ) P T AR SR . HIERBEBIIREN ( dextran
sulfate sodium salt, DSS ) ( 35 MP Biomedicals 2y 7] ),
TL (= R U RE B 25 B A PR | ), Trizol fli42
RNA X7 ( 2% [ Invitriogen A ), PCRiXH & ( H
A TaKaRa 23 7] ), TNF-a £ 58BEHUIA (SRbi/h L,
X E Abcam A H] ), ZH (AP ENEYEARA
FRANT] Do AN S50 B Ji Ao 1 380 K 2% B Jis 5 B =~ A B
Z G ot
1.2 FHik
121 #HhHEAR G F 4 $ STEVCEVA™ Rk
AR TR DSS SRS SR, BRAS I RS,
HAhZH /NI 5% DSS %k (5¢ DSS #T 100 ml 7%
MK ) 7d.
122 Z=kgsn F 80 HUEYE BALB/e /NRFEHL >
RZS EXTIERAL . A PER KL, TN R i ZERL
0. EVBRIVRAL, LA TL 1, 2. 3 41 8 41, /355,
FIE 10 Lo 2SN IRYL - AN TATMALER 5 A iRk
20 DSS AL A ] B D JE I s 1 S A= B ER UK 0.2 ml/
W, VIR TN A BT 20% P9 8 0.2 ml/
W, LR 5 HEFERANAL « HBFEKRAA 0.1 mg/ (kg + d)
BT AR K R I I 5 SRVDRIERA - RVDPIE

20 ~ 30 mg/kg TR LB EEA, 3 W /d;TL 14
TLT 20% N, WG 52550 0.20 me/ kg+d );
TL 2 20 : TL% T 20% N, B HE 59 245 54 0.40 mg/
(kg+d); TL34 : TLH T 20% N B, MEREHZ
4 0.60 mg/ (kg + d ).

1.2.3 % 9% & 3 #5 4 (disease activity index, DAI)
W FHNE 1 RITR, BHWEE . s/ —
MOl AIERS . WS, B REAR L, [RIRT
BN AR SAB AB DL, A3 HriBy 7 fs 45 s
AR, S MURANO 45 ™ (OARAEREST DAT PE43
(WK 1), DAl= (IRH TR+ RAEHR G4 + fil
M53%0) 130 KRR E Sy - OEF KB, AL
RUBURIFERAE 5 QFARE, AN SATTTAESRRRZE(E
HRRSIEARNLAE s ORfE, F6TALITHKEE, K
EERE AN R FHAZ SRR AR e 2

124 XKAHBEFFS BRMEHRIESE 8 K,
K HIBUME G R A B4 2H/INBR, 3 B B S i 21
IPFTHIFFEE s, e A HE K by sk, U
AT, KEREH I, WES A, HIRIR
WG L I RERE A RE S Btz K A=A L, 2 i EKSTROM
A P IAERE TRy - BRI EIT 0 43, RSN
153, Bz m <25% 2Rt 2 4, Bz
17 25% ~ 50% ZAR RT3 43, BHE AR >50% %
PHAARTT 4 5 Bw B R B 3 35 - —sr
FH 4% WEE [, X ERRL, 1T AN - e taik
( hematoxylin—eosin staining, HE ) Yetty; —H T -80°C

£ 1 DAIESERE

oy R R PNLEERN fE Il
043 x IEH (-)

14 1%~5% NTHEZE  ATHEZE
24 >5%~10% FAHL R (+)
35 >10%~15% S TWEZE AT HEZE
45y >15% Fi PR i i
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T ORAT, B OY FE S R A T EE I (reverse
transcription—polymerase chain reaction, RT-PCR ) ; 3
— TR R 1, B Western blot #:7 ,

125 ZHREARFIRLFS BURTHLE
MARE . PJF . HE 34, S8 BOIRIVANT % ™
FIRRIEA T IPESY, B2 SO R IR 50 R0S B A
SERBIEIA TP o ABUEEI R  IEH T 0 435
AR 4= . <10% @ A5 ALEF Chigh power field,
HPF) it 1735 D a4 R, 10% ~ 25% HPF
24y PR AMMETE, 25% ~ 50% HPF, A
IF A 04 % A N i BE RS R 3 4 R H a4l il i
il . >50% HPF | 145 /5 B 2 4R Bass 08 it 4 3.
1.2.6 BRI FIZHE M (enzyme—linked immunosorbent
assay, ELISA ) WE M, 3 000 r/min Z5.0> 10 min, ¥
M3 S 2040532 5 3 000 r/min 25.0> 30 min BX |7,
3 000 t/min #5.0> 10 min BRI AIR GY . BAEL
PR AR TP 20 min J5 MR TEAS TP BT A 5k,
BEEPMEMALRREALL, ARiESFLIA [ BE B bR
e SOl fL 5 FEAFLASINRRIAEAS 1001, FINFE
AR 401 5 25 LA, BRZE FALAE, il
FLAREAEL oI A FHAR 3 42010 00 A 12 1 A 0 i A
100 w I/ L, IS AL, 37 C/KIBFRoiE R
FIETE 60 min. FRMRR, WOKAC AT, BALINWYE
W, FHE 1 min, FLRVRIR, WoK4UEAAT, Qi
IV 5 K. BALIMAIEY AL B 45 50 w1, 37°CHkE
FEFE 15 mine BALIMAZIER 50 w1, 15 min NTE
450 nm PALIESFLI OD {H . 255007 . 2Hilbr
HERNZE, 1E Excel TAERY, DIFRHESRIREEVEREAADR,
X OD (EAEB AR, il i Fm o il Sk [ ) Hf 2k
Fe & Ty P A AR B (.

127  RT-PCR U &% A8 41 21 $2 HUE RNA,
Wi S 4 i eDNA, 17 PCR 97 1. TNF-« IF [7] 5]
Y .5 —-CCTCAGGAACGGGACTCGAA-3", JZ [f] 5l
Y :5 —ATGTACACCAAGTCGGTAGCACCA-3’,
Py B K B 86 bp 3 N Z M B —actin IE [ 5 ¥ -
5" -GAGACCTTCAACACCCCAGC-3", [ I8 5] ¥ .
5 —CCACAGGATTCCATACCCAA-3", ¥4 H B K
£ 446 bp. PCR W 554F + 95 CHIAEPE 2 min, 95°C
APE 15 s, 58°CIEk 25 s, 72°CHEH 35 s, HLAFIA 45
W, THRAEIRN 72°CHEREZOCEUE . ARINAEA
JN R e, DRSS RS e drie it 2, b 264
H95%C ., 155, 60°C . 60s, 95°C., 15s. AIHBRFEA

i S AT PCR S 22 5, LA E P FE TNF- o Al
B —actin mRNA & & 1Y U EAE AR B BB k7K
TR
1.2.8  Western blot #ml  $EHEUBEH, HZIMMHE
FEREINE SR TR, 1T 10% T Zhe iR -
PIMGEICBE FL K, SR DR 20w 1/ L. 7ETEEH
KR K R I RS IR LT AE KB L, 5% TBST &4
4h, IMAFER) TNF-o —PT (TAEHEE 1 = 2500)
ACHFHE I 5 TBST YA 10 min/ ¥R, 59K, AR
B0 —H0 (TAEMREE 1 ¢ 5000) W58 2 h, JHEsRAL
SR NHIGRFN B . LL B —actin( 47 kDa Y NS IR,
FHBEIE BG5BT R G AL #E A, DL TNF- o (17 kDa)
5 NSRBI LA A8 AR ik .
1.3 HEFE

B3 HT R FH SPSS 17.0 Geititt, HE GOk
PIH + bR (xxs) 3R, HBCRAES A
VT 7 22 40 B s B DR 3R 7 22 3 A, AL TE) R R L A
LSD-t K46, DL P <0.05 M5 534 Geit#aa X,

2 #R

21 LIThYME

BN FF IR FR ST 7 d PN RER [ B ] A
/N DAL PE4Y, SR A0 T 7 250 80T
450 D [F I ] 9 DAL PEA> A 22 91 (F =37.841,
P =0.000); @ % 41 DALV 4> A 22 % (F =55.512,
P =0.000); @ %% 4 DAI ¥ 43 25 fk #4352 41
(F =29.662, P =0.000), 75 X} B /N BURS iR
W8 RS RGO R A, KEMIRIESR , (KEZ
AR, ARPREKZE . T B U A i h IS
81, 2 RITIRIRERD . WEshae ) TRE, B0
L ARERD, FIRHMERECE I 2, REPERE
AR (B IR . KRR(ESE ) 5 28 3. 4 RKMH
Bl ol BURE £ 6 ELT (A . E— A P E g
28 LSD—t 5, AEBRER/KAL . N 4L/ N R DAT P43
Has xR AL, ZRASERE X (1 =22.368 I
24.526, ¥JP=0.000), TL2., 340, PIKHZERA .
FE PRI e A IR Y R A T A ROIRY T fS 4541
INERRE MRS 5%, 36 I B3, e MR R
FEER KA . N REA T RRIR >, B NGE, #
I S i A7 50 B 8 4z, o R AT A ik &2
S RRAE B EARE s TL 2, 340, LA Kb ZEK M4
FVFRIREAL/NEL DAL PP S AE K A g, 2R
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4G itF X (1=9.226, 8.880. 7.582 #il 8.006,
P =0.000); TL2, 341, VIMHBZERMAAL . SEybhimE
H/NR DAL PE SN R A, 2R A5 X
(t =11.228. 10.663. 10.002 F1 9.445, ¥ P =0.000 ).
SRR, TL 5HbIERMS . SEVhieA IR, fE
s UC /PR — M oL, Wk 2,
22 FJHNMREGRKEESFETEDLE
ZEEXTIRAL, AR R KAL . TN A M ZEK
WAZH . EVBRIELE, DI TL 1, 2. 3 4/NR&simRik
25043 9100 (0.300 +0.100 ), (3.206 +0.306 ),
(3.022+0.282), (1.826+0.168), (1.968 +0.204 ).
(2.632+£0.282).(2.202 +0.228 ) F1( 2.060 + 0.202 ) 47,
27 20, 2 R A 81T E L (F=30.360,
P =0.000 ), =5 0 BEZH RCHR /0N L4 i R ISEIC 7 I
BEIE K597, WA G A R W VPR FE . AR
KA . N AN B I BOE AT AN SE R R TR
PEFEIM ., KM, PR RVERER: . R BUE, Wit
A IRFCA L 5 3 IEE I Fe K . B BERS

®2 JHNRAERE DAl S LR

T BB IE . HUFERAS . SRIFRIRIGIT 4, L
KTL 2, 3 /NRGEATZE IR ias . R FeIm, /K
Jif, BERAIE g A BRER K 2 . TN s B el 3
SPRERIE 5 I SRS IR A AN . 2R
A2 LSD— ke, 25 FIX IR SAE Bk 4.
B2 /N I KR TE S 200 e, ER B G
X (t+=25.532 f125.731, ¥JP=0.000); TL 2 4 54
PHEROK A . TN B/ N RS W RIRIE 824147 LR
Z A G FE X (1=7.442 F1 6.396, 1P =0.000) ;
TL 3 4154 KA . 9 /RS I KRR A2
Wb, ZRAGIEE L (1 =8.840 Fl 7.844, ¥
P =0.000 ), TL &AL UC /NREEARIE. WK 1.
2.3 BH/NPMREHFREBHLITS LR
ZEEHXRA . A EER KA, N A HbZEK
FASH ., SEVPHIMRA, DI TL 1, 2. 3 4/ 45 is
BRLH LRS00 (0.750 0.100 ), (3.562 +0.326 ),
(3.488 £0.302), (1.666+0.192), (1.802+0.224 ),
(2.808 +0.282).(2.020 + 0.222 ) F11( 1.862 + 0.206 ) 47,

(n=10, 4%, x+s)

251 1d 2d 3d 4d 5d 6d 7d

23 AR IR 0.000+0.000  0.000+0.000  0.000+0.000  0.000+0.000  0.000=0.000  0.000+0.000  0.000 0.000
HPRER KL 0.292 +0.213 0.417 £0.154 1.083 £ 0.661 2.167 £ 0.563 3.000 £ 0.642 3.750 £ 0.345 4.002 £+ 0.560
[ 03330000  0333£0.000  1.000+0356  2292+0.602  2917+0345 37080452  4.120+0.602
HFEANSL 02920118  0292+0.118  0500+0436  0917+0556 16170427 20830345 24750330
ESUz L= | 02920118  0302+0.120  0.625+0336  1.017+0502 17170489  2223+0405  2.575+0.410
TL 14 0.250 + 0.236 0.333+0.178 0.708 £ 0.415 1.542 + 0.469 2.417 £ 0.345 3.375 £ 0.415 3.875+0.173
TL2 4 0.250 £ 0.154 0.333£0.178 0.416 +0.345 1.325 £0.575 1.708 + 0.603 2.308 +0.547 2917 £0.345
TL3 %1 03330000  0333£0000 0483+0.167  1417+0569 18670793 22170631 2767 £0.272

41 27 W, 2R R ST E L (F=22358,

BV 15y
S} W

®
—

1 2 3 4 5 6 7 8

1 25 XS IEAE; 2. ARPRER KA 3. TH B 40 HIZEOKAAA;
5. EVPRIVELL; 6. TL14l; 7. TL24; 8: TL3 4

1 BHEHNBREHRERSFETSLER (=10, xx5)

P =0.000), HE Jefa g R, 25 Ff g/ NS
R S5 R . BRAREE R SRR TORE IR, BT BE R B
B R, TR T2 0] WA rp R AR 5 R
FRERKAL . N WA/ N RS A BN 1 R 2 miedet, L
JEJE K5tz B, B SR T J2 P LA d A bk L 2
JOFIBAAZ AR . A PR AR, [ R AR AR
. HEFIZEHL, SRATMEIN 5 BRI . SEVDRIEYL,
PAIKCTL 2., 3 21705 BUAS B R T D e AN A5k 1 400
FIRAZANMORE , B Rt R e A 3Rk AL . TN
TR . SIS LSD— KB, 2SN
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MRl 5ABER KA T8 s /N SRS s B4 2 0F
AL, ZRAGIEE L (1 =23.325 i1 24.344, 1
P =0.000); TL 2 454 BRER /K AL, TN g /N B2
R BRIy L, 25 A gt L (1 =11.058
F111.078, 4P =0.000); TL 3 4 5 K4, N
TPE N RS AR R SIS AR, ERA SR
S (r=12.469 i1 12.581, #J P =0.000 ). TL EA W%
UC /NERZE W Sy BB e P VR o DLIET 2,
2.4 FHNRMFE TNF- o KELRE
SN, AR, N R, M
FEKRMA, LWHEH, IRLTLL, 2, 341/)
BRI ¥ TNF-o W& FE 43 93 o (173.332.+£18.288),
(388.302+30.202), (341.322+31.202),
(195.620 +18.208 ), (231.408 £22.608 ),
(338.36+18.931 ), (243.526+23.462) i
(197.066 +20.108 ) pg/ml, & 0¥, Z5HE
P48 X (F =80.681, P =0.000), #E— M1 L%
26 1SD-t K 5, 25 AN RRAL 5A PRk 4l . TN
/N TNF- o WE A, 2R B E L
(1 =17.221 F113.138, ¥ P =0.000), EFERKLHFIH
TREL/INRIILTE TNF- o WREERSSS 5 TL 2 4154 4R
K4 . TN B /NI TNF- o WREF LA, 254
Giitegag X (1=10.707 F17.086, ¥ P =0.000), TL 2
ZH/INERIMTE TNF- o WREERAR 5 TL 3 21 54 AR /K 4

B/ BUALTE TNF- o WIE AL, Z29H %0
=X (1=14.908 F110.992, ¥ P =0.000), TL 3 ZH/]
IML3E TNF- o W EERAE 5 B KA 5 AR HER K 4
N /NS TNF- o W HLEE, ZRASHF
B (1=15.454 F1 11.408, ¥ P =0.000), HiZEAIAZH
/NERIILTE TNF- o W EERLAIG 5 SEvPhrgead 54 Bk
ZH . TN EELH/NRUMGE TNF- o HRBE VAR, Z2%H S
PHeEaE X (1 =11.763 F18.068, 1 P =0.000), Fvbhi
WEAL/NFUALYE TNF- o MR, TL REFEAL UC /MR
M3 TNF- o #eJE
25 £KH/NMR TNF- o« mRNA RixkF LR
ST, AR KA, WA, W
FEKRINA., FVPIEA, UKTL L, 2, 34/
TNF- o mRNA A XF 33k 5 43 51 24 (1.000 + 0.000 ),
(2.332+0.366), (2.422+0.342), (1.228+0.142),
(1.426 £0.150 ), (2.022 +0.320 ), ( 1.602 +0.202 )
1 (1.582£0.182), &40, ZFAGITFEXL
(F=19.500,P =0.000 ) it —E P LELLE LSD~t K,
A EXT AL S A KA TN B/ B TNF- «
mRNA KR LLEE, ZRAGIHEE X (1 =10.294
111760, ¥ P =0.000), 75 FAXTHEZ TNF-a mRNA
g5 2RIk, A FEER K 4R N —BE4] TNF- o mRNA
Rk Ly s TL2 40 5 KAH . N B4 /MR
TNF- o mRNA REKF LA, ZRA%GITFE XL

A: FEXTHRA B AHEKA; C: INZEEAL; D: HSEKIAH; E: EWREY; F: TL14; G: TL240; H: TL34H

B2 &HANRBREBEHAFER

(HE 4¥{% % 200)

- 10 -
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T ATENBRBHH] TNF- o 0/ NRBH TS R 19520

(t =4.939 f15.839, ¥J P =0.000), TL 2 ZH4% ; TL 3
A5 AR KA. TN B4/ TNF- o« mRNA ik
KEHE, 22RA5024E X (1 =5.190 1 6.133,
P =0.000), TL 3 44K, TL rIH UC /NEURFRLHZ
1 TNF- o« mRNA i35k, WA 3.

TNF-a mRNA

L A5 FIXTREAT; 2. A 3R KAl 3. N Edl; 4: HhZEKRPALL;
5. RUPIELL; 6: TL14l; 7. TL24l; 8: TL3 41
B3 KHNR TNF-o mRNA RikkFELLE
(n=10, x+s)

26 HHNMR INF-oa EARIEKFELE
2SN AERRER KA . N EEA . HLZEKAL
. EVRIEA, UKLTLL, 2. 34/NE TNF-a &
FIARXS Fk 2050104 (0.020 £ 0.010 ). 0.063 = 0.020 ),
(0.058 £0.018 )., (0.028 £0.013 ). (0.029 +0.013 ).
(0.046 +0.018 ). (0.032+0.015) F1 (0.030+0.014 ),
27 20, 2 R A 41T B X (F=57.301,
P =0.000 ), i#t—L WM HLEELE LSD— £ 50, A FiER
KU, W oBEA 52 A IRA /N TNF-« A
KA, ZR AR L (1=5.439 Fi15.220,
1P =0.000), %5 XA/ TNF- o 2 3085 %
ik, AEFERKA . TN B TNF- o 63K B 5 Hi2E
KANH ., VPR, UK TL 2, 3 H54EHE KA
/NELUTNF- o 8RB, ZRAGIT R L
(1t =4.150., 4.032, 3.507 FI 3.823, P =0.004. 0.002.,
0.001 F10.001 ), HFEKMAL . EWHELA, LI TL
2. 32 TNF- o AR KEEAE B K 4 AR 5 M
FERIN . SEVHIEA, VI TL 2, 345N 4
/NEUTNF- o SEFIRIBKCEI0EE, ZRA G EE XL
(1 =3.822., 3.694. 3.139 #i 3.473, P =0.002. 0.002.
0.007 1 0.004 ), HhFZERMAL | SLVPHIEAL, LI TL 2,
3 2 TNF- o 8 IR KFHN R FEAIG. TL f 41p
# UC /NEURFRH S TNF- o EERSE . VLK 4,

1 2 3 4 5 6 7 8

B —actin ---6--— — 7 kD
1o 25 FIXTREAL; 2. A= PRERKR A 3. TN R4l 4. HbZERMAAL;
5. EVDRIVRA; 6. TL14L; 7. TL24H; 8: TL34H
4 RHMNR INF-o ZEARKIE

3 g

TL AT Z i E R, B TAEHLE
BT 2Pk R RGN e, HA el il
HlIFA oA . BE H AT A R T, AR R
il EE A MG T G A SOA T T AR T R
NF-« B 3G S0l g i A= % . B S8R A g o
AARSE

TREEAE SR I, TL W] LU MOG35-55 4%
Sk T ARG TE, AERIEA N 1L-17 . IFN-~ |
TNF-o BEIE, WM IL-4. TGF-B ik KF,
[Fi] Hsf 41 1) Nave T 4 Jfd 17 B0 4 Th1 F1 Th17 44 2 i)
ke 22T TSR R, F TL X AN SRR R /
CBEVENA A W K BT AL HEA T AL 3, R B TL Al %
BRI L S48 05, PR 2 RE A0 i I F TNF-«
IL-1 K BHHAF ICAM-1 B IAKE 5 RIS AR
) NF-« B iR, IRY7 Al B Az, 42
7 TL BEAIf] NF-« B {4, MAIMIH NF-« B 31 R
JEA AR, KRS A B dtds ., R ™
P UC KRB 3emt [, IR AR R+
W, P AR TR AR R YRR S A 44
R ZI220F 5y, BEIK NF-« B, p65, LI TNF-«a
HTNF- a mRNA [ K3k, R UITHE A BELLR X TNBS
FHRMKE UC BA R ER. TAO 5 ™ 55 R,
TL AT HRHI45 07 bR R ILEF4E R4y TL-8 . MCP-1,
MMP-3 [ IR 1M & PR AN, AR LS 3222
I IL-18 5510 NF-« B 3%, TAO 25 ™ 55—
R RN, TL o] A/ TNBS i3 51 UC B/
&G A AN A ML R TR, LA Rl i SRR P G 2
AT il 25 B 7 AL RS AR AR B . YU 45 ™ WF 98 B,
TL 7] B &b elest S/ INR S i Stk , VR FIAILI W] e 2
1l TLRs/NF- k B {5 538, 1A TL AN Crohn's
JRIIRIT k2 —, [HRRAMS . LIS Wik
B, TL A LIS T 8 1L-6/STAT3/SOCS3 {551 [

.11.
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il IL-17 ik 5 Bk A 452 R, C3H/He]Bir.
1L-10 B & R LS SAE R A i 0de st . WET 45 =
IR, 457 TL W] LA B 5% TL-10 60 /N R 25
W 9 ) S RE PR FE NG e D REZE AL, LML AT RE 24 ]
IL-6/STAT3., TNF- o /TNFR2 {55388, AN TL 1] fig
15 T Crohn's JR A AERFIRYT . A LI HT AT 45 R
T, it TL, HEZEKANEYT DSS 551 UC /)
R, &I TL Aew/INEUIG IR, OF R IRR g0k m 4a
SUEAL IRy E, $R TL nl@ il SLC i 3%
ik, MEAENAYT UC E ™,

AR 45 RUE, TNF-o 75 UC R 4E . KR
o R EAERL, R R A X UC /IRITE .
[T &BTL 2. 3 AfE4h T TLIRIT G, A4/ IR
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